RECENTLY much interest has been shown in the nature of the arteriolar hypertonicity which produces sustained vascular hypertension. Such an increase of arteriolar tonus may be due to (i) an increased nervous vasoconstrictor activity, or (2) On the other hand, the possibility of a nervous origin for the vasoconstriction of renal hypertension was suggested by Loeb (1905-06) who thought that this might be produced by means of a nervous reflex originating in the damaged kidney. Menendez (1933) produced hypertension in dogs by constricting the lumen of the renal veins to a degree sufficient to cause very pronounced pathological changes in the kidney.
He found that this hypertension did not occur if the kidneys had previously been denervated. Page (1935) and Collins (1936) produced a severe and sustained hypertension in dogs by compression of the renal arteries. They found that this hypertension was not prevented by previous denervation of the kidneys.
We have already shown (Arnott and Kellar, 1935) that hypertension occurs in rabbits with kidneys damaged by intravenous injection of sodium oxalate. We found ) that this hypertension did not develop in animals whose right kidney had been removed and whose left kidney had been denervated. We were dissatisfied with sodium oxalate as a nephrotoxic agent in that the lesion was mainly tubular and bore no resemblance to human glomerulonephritis. We found that the method of producing renal damage described by Masugi (1933-34) was practicable and resulted in a type of lesion very similar to human glomerulonephritis. We have already described the method and its histological results in detail (Arnott, Kellar, and Matthew, 1936 and they strengthen the contention that the hypertension of acute diffuse renal disease depends for its occurrence upon the integrity of the renal nerve supply. This points to two possibilities?(1) that the hypertension is produced by an autonomic vasoconstrictor reflex originating in the damaged kidneys, or (2) that the hypertension is produced by some chemical mechanism which depends for its operation on the integrity of the renal nerve supply. There is at present no collateral evidence in support of the second hypothesis, whereas the first hypothesis receives striking confirmation from recent work by Pickering (1936^) on the nature of the arteriolar hypertonicity in human cases of acute glomerulo-nephritis. Ke used the same methods which had already led him to the conclusion (Pickering, 1936(2) that the chronic hypertension of advanced nephritis and essential hypertension was not due to excessive nervous vasoconstrictor tonus. These methods applied to a series of cases of acute glomerulo-nephritis led to the opposite conclusion? that the hypertension was due to an abnormal degree of such tonus.
These results of Pickering may also throw light on the discrepancy between our results and those of Page (1935) and Collins (1936) , who found that the hypertension produced by constriction of the renal artery could not be prevented by previous renal denervation. This hypertension was probably of the chronic type and is more comparable with the chronic hypertensive states of advanced renal damage than with the hypertension of acute renal disease. It may well be that integrity of the renal nerves is necessary for the production of acute renal hypertension only.
